Replication of coxsackievirus B3 occurred for days in cultures of murine neonatal skin fibroblasts in the absence of cytopathology and resulted in alteration of the plasma membrane. Dual immunofluorescence studies showed that the lectin Ulex europaeus agglutinin I bound only to cells producing viral capsid antigens. Cultures of coxsackievirus B3-inoculated murine neonatal skin fibroblasts showed maximum binding of this lectin at 72 h postinoculation. These data show that in a nonlytic infection a picornavirus can alter the surface of an infected cell.
A hallmark of most picornavirus infections is extensive cytopathology of the host cell (3, 18) ; therefore, picornaviruses are generally thought not to alter the plasma membrane of infected cells (2) . Here we report that replication of coxsackievirus B3 (CVB3) occurs for days in cultures of murine neonatal skin fibroblasts (MNSF) in the absence of cytopathology. We are studying this unusual picornaviruscell interaction as an in vitro model of in vivo responses of murine heart tissue fibroblasts to this virus. Because the group B coxsackieviruses are the viruses most frequently associated with cardiomyopathies in infants and adults (1, 8, 9, 20) and because fibroblasts are readily detected in endomyocardial biopsy specimens from myocarditic lesions in human hearts (21) , knowledge of any virus-induced cell surface neoantigen(s) may be important to our understanding of these diseases.
Cultures of MNSF were prepared from CD-1 neonates (24 to 48 h old) (5, 19) and challenged with 100 to 500 PFU per cell of a myocarditic variant of CVB3 (CVB3m) (4, 5 
